Data from four independent microarrays for each cell small number of host mRNAs, including the T cellset (a total of eight) were treated as replicates and stareceptor ␤ and ␥ chains, the T cell and natural killer tistical testing was applied to identify genes upregu-(NK) cell-surface receptors CD52 and DAP10, and inlated or downregulated R 2-fold. A p value of % 0.05 tracellular proteins-SKAP55, granulysin, and NKG7-was used as the limit for statistical significance; howlinked to T cell and NK cell activation. Upregulation ever, many changes had p values of % 0.01. Of the of three of these transcripts was rescued after trans-2048 transcripts detected in both cell sets A and B, duction of deletion-mutant-HVS-transformed cells with only eight genes were upregulated in the presence of a lentiviral vector carrying HSURs 1 and 2. These changes HSURs 1 and 2 ( Genes encoding cell-surface receptors specific for T Herpesvirus saimiri (HVS) reproducibly transforms priand NK cells are most highly upregulated with HSURs mary T cells of the common marmoset (Callithrix 1 and 2 (Table 1) (Table 2 ). In the We determined that the observed changes in host-gene expression in HSUR deletion mutants are not due to a wild-type cells relative to the mutant cells, TCR β mRNA is 24.0-fold higher, whereas SKAP55 mRNA is 2.3-fold difference in the expression of the adjacent viral gene, STP-A, or to lowered expression of HSURs 3-7 (see and DAP10 mRNA is 3.5-fold higher (each represents the average of two independent experiments; see Table  Supplemental Data, Figure S2 ). In fact, expression of the remaining five HSURs is 2-to 3-fold higher in mu-2). These results validate those obtained by microarray (Table 1) and Northern (Figure 2A) analyses. tant cells, which may contribute to the phenotype.
and 3.4-fold) and the γ constant region 1 (5.8-fold and phosphatidylinositol 3-kinase adaptor membrane protein for the activating receptor NKG2 in CD8+ α/β T cells, 3.9-fold). Signals for the α and δ loci were not sufficiently above background to be analyzed, likely reflect-γ/δ T cells, and NK cells [16] . Costimulation of NKG2, through DAP10, and TCR on CD8+ α/β T cells induces ing differences between human and marmoset sequences. The TCR triggers complex intracellular-signaling events IL-2 production leading to T cell proliferation [14] . Upregulation of intracellular genes linked to T cell accritical for T cell activation, proliferation, and effector functions.
tivation is also associated with expression of HSURs 1 and 2 ( Figure S2 ). In fact, expression of the remaining five HSURs is 2-to 3-fold higher in mu-2). These results validate those obtained by microarray (Table 1) and Northern (Figure 2A) analyses. tant cells, which may contribute to the phenotype.
Finally, we confirmed that upregulation of T cell-actiWhen HSURs 1 and 2 were restored by lentiviral transduction of mutant cells, TCR β mRNA levels (relavation genes is specifically attributable to the HSURs by using lentiviral vectors to restore HSUR 1 and 2 extive to TPN-SR) were upregulated 11.7-fold, whereas SKAP55 and DAP10 mRNA levels were reproducibly pression to the mutant transformed T cell line. HSURs 1 and 2 were cloned in tandem into a lentiviral vector upregulated 1.5-fold and 2.3-fold, respectively (each represents the average of two independent expericontaining enhanced green fluorescent protein (eGFP) [21] , and the packaged vectors were transduced into ments; see Table 2 ). Restoration of HSURs 1 and 2 therefore upregulated TCR β expression to w50% of the deletion-mutant cell line B. These and cells transduced in parallel with a vector expressing eGFP alone wild-type levels and SKAP55 and DAP10 to w65% of wild-type levels, whereas the control VPS-35 was not were sorted for GFP expression by FACS after 3 days in culture.
altered. The real-time RT-PCR data on the transduced cells ( Table 2) vate HVS T cells, and this activation may enhance their proliferation and persistence in the host or modulate the host immune response to the virus. We compared
